and it was decided that all sick infants should be transferred from the maternity unit to the children's ward. A meeting of an enlarged ad hoc infection committee was called for the following day.
On August 18 the maternity ward was closed, all mothers and infants were sent home except 2 who were transferred to a private ward temporarily used as an emergency maternity ward; 1 of these infants, and 8 of the 15 infants at risk in the maternity ward on August 18 subsequently developed gastro-enteritis. After cleaning, fumigation and standing empty for two weeks, the maternity unit was reopened on September 1; no recrudescence of gastro-enteritis occurred. In the meantime emergency maternity admissions were diverted to other hospitals in neighbouring towns (15 and 28 miles away).
Bacteriology.-The 0. 128 B.12 strain of E. coli was obtained from all affected infants born in hospital and from two adult contacts: a maternity ward staff nurse on August 18, and, at a later date, from the children's ward Sister. The organism was not found in the stools of any mothers of affected infants. The same organism was also obtained after discharge from one of the two children's ward cases (Case 1), though not from the other. Source of infection.-Attempts to trace the primary source were unsuccessful. There is obviously a possibility that infection was conveyed from the children's ward to the infant population of the maternity unit. Supposing that the infection originated either in Case 1 or Case 2, it is possible (see Fig. 1 ) to trace successive waves of new cases separated by an incubation period of seven to ten days. Thus, if Case 2 in the children's ward started the outbreak on about July 15, this infection might have been transmitted by some means to the maternity ward to affect Case 3 about July 24. The third wave is represented by Case 5 on the maternity ward and Case 4 (at home at that time); the fourth wave is a widespread outbreak about August 15-18, when Cases 9, 11, 12, and 13 became ill on the maternity ward, and Cases 6, 7, 10, 14 and 15 became ill in their own homes. In the absence of bacteriological data, this explanation can neither be confirmed nor denied. It is equally possible that Cases 1 and 2 (on the children's ward) had nothing to do with the outbreak on the maternity ward. Case 1 may have acquired the 0. 128 strain (which was first demonstrated in his stools three weeks after he had been discharged), by cross infection from Case 3 or Case 5, during the period they were on the children's ward together.
There are other possible origins of the outbreak: the maternity ward staff nurse and the mother of Case 6. The staff nurse may have acquired the organism from the infants in her care. The mother was a maternity ward patient from July 5-19, and July 26 to August 6, her other children suffered intermittent diarrhaea for some weeks at this time: the epidemic strain of E. coli was not isolated from their stools or from hers. Individual cases (indicated by case number) are plotted on a horizontal time scale, the three separate geographical situations in which an infant might be (the maternity ward, his own home, or the children's ward) are indicated; different symbols indicate clinical features.
For example, one may follow Case 4 from birth in the Maternity Unit on July 13, discharged home on August 3; becoming ill at home first with vomiting August 7, then with diarrhoea and vomiting; admitted to children's ward August 12, and dying there four days later.
The contemporary healthy infant population of the maternity ward is also indicated on the same horizontal scale but half the ordinate scale.
Conclusions.-The personal conclusions drawn from this experience may be dogmatically stated as follows: (1) That infantile gastro-enteritis should be a notifiable disease. (2) That for practical purposes the pathogenicity to infants of serologically identifiable strains of E. coli should be accepted as a working hypothesis. Department ofPwdiatrics and Group Laboratory, Lewisham Hospital THIS work represents a preliminary report on oestrogen excretion during the neonatal period and its possible relationship to post-natal weight loss. In this investigation no account has been taken of the other known causes of weight loss, such as the weight of meconium and vernix, the catabolic effects of a difficult labour, or the insensible water losses through skin and lungs.
The hormone estimations were carried out on the twenty-four-hour urine specimens passed, during the first-few days of life, by 6 normal male neonates. The urine was collected by means of a Paul's tube strapped to the penis. All 6 infants had an easy birth, and their post-natal course was normal.
The three oestrogens, aestriol, estrone and cestradiol were estimated by the method of Brown (1955) . The 17-hydroxycorticosteroids were also determined, using the method of Appleby et al. (1955) . The findings were essentially similar in all 6 infants. There were very large (milligram) amounts of cestriol on the first day. The urinary excretion of this substance then dropped rapidly during the next two or three days, and reached values of 1 or 2 Htg., similar to those found in adult males, on the fifth or sixth day. CEstrone and aestradiol were found in amounts of 1-2 ag. during the first and second day, and had disappeared by the third day.
The three (estrogens found in the infants' urine showed a pattern similar to that found in their mothers' urine during the twenty-four hours before birth.
The 17-hydroxycorticosteroids showed only slight fluctuations during the first ten to twelve days of life, and their levels appeared to be unrelated to the post-natal weight loss.
Our results show that in all 6 infants the cessation of (estrogen excretion coincides with the cessation of post-natal weight loss. They also show that all 6 infants excreted decreasing amounts of urine until weight loss and (estrogen excretion had ceased, that is, some time between the third and fifth day of life.
The completed data on 4 infants and 2 mothers are shown in Table I .
It is well known that the feetus and neonate are hydraemic. This hydremia disappears during the first few days of life. Thorn and Engel (1938) have shown that in experimental animals (estrogen administration leads to salt and water retention. Thorn et al. (1938) also found that water retention occurs in women during periods when (estrogen production is high, and that there is a diuresis and a loss in weight after menstruation and post-natally, when the (estrogen level has fallen. Preedy and Aitken (1956) confirmed these findings and found that the weight gain after cestrogen administration was associated with an increase in extracellular fluid and plasma volume. This water and salt retention was attributed by Sophian (1956) to an effect of the cestrogens on the glomerular filtration rate. Thomson (1944) and Woolf and Norman (1957) have shown that the neonate's urine becomes steadily more concentrated during the period of post-natal weight loss. It appears, therefore, that the infant's urine is of low specific gravity at first, that it becomes more concentrated during the period when the excess water and the (estrogens are being excreted, and that this occurs in spite of the increasing intake of fluid during those first few days of life.
We suggest that some, at any rate, of the hydremia of the neonate is due to the waterretaining properties of (estrogenic hormones obtained by the infant from its mother before birth. We have shown that these cestrogens are excreted by the infant's kidney during the first few days of life. It would appear logical, therefore, to attribute some of the postnatal weight loss to the water released from the infant's body when the maternal (estrogens have been excreted. Finally, we would like to suggest a possible reason for the neonate excreting, rather than metabolizing or detoxicating, the (estrogens obtained from its mother. Preedy and Aitken (1956) showed that the waterand salt-retaining properties of cestrogens are particularly
